Childhood absence epilepsy (CAE) is one of the most common forms of epilepsy among children. The study of a large Australian family demonstrated that a point mutation in the gene encoding the gamma2 subunit of the GABA(A) receptor (G2R43Q) leads to an autosomal dominantly inherited form of CAE and febrile seizures (FS). In a transgenic mouse model carrying the gamma2 (R43Q) mutation heterozygous animals recapitulate the human phenotype. In-vitro experiments indicated that this point mutation impairs cortical inhibition and thus increases the likelihood of seizures. Here, using whole-cell (WC) and extracellular (EC) recordings as well as voltage-sensitive dye imaging (VSDI), we systematically searched for an in vivo correlate of cortical alterations caused by the G2R43Q mutation, as suggested by the mentioned in vitro results. We measured spontaneous and whisker-evoked activity in the primary somatosensory cortex and ventral posteriomedial nucleus of the thalamus (VPM) before and after intraperitoneal injection of the ictogenic substance pentylenetetrazol (PTZ) in urethane-anesthetized G2R43Q mice and controls in a blinded setting. Compared to wildtype controls in G2R43Q mice after PTZ injection we found 1.) Increased cortical spontaneous activity in layer 2/3 and layer 5/6 pyramidal neurons (increased standard deviation of the mean membrane potential in WC recordings), 2.) Increased variance of stimulus evoked cortical responses in VSDI experiments. 3.) The cortical effects are not due to increased strength or precision of thalamic output. In summary our findings support the hypothesis of a cortical pathology in this mouse model of human genetic absence epilepsy. Further study is needed to characterize underlying molecular mechanisms.
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Introduction
Childhood absence epilepsy (CAE) is one of the most common epilepsy syndromes mainly affecting children 4-10 years of age. Patients exhibit a sudden arrest of movements and loss of consciousness, often accompanied by stereotyped hand or eye movements. 3 Hz spike-andwave discharges (SWD) are the electroencephalogram (EEG) signature of absence epilepsy during seizures (Crunelli and Leresche, 2002) .
"Genetic Absence Epilepsy Rats from Strasbourg" (GAERS) and WAG/Rij rats are the two most widely used animal models for absence epilepsy (Danober et al., 1998; van Luijtelaar and Coenen, 1986) . Moreover numerous gene mutations and copy number variants associated with absence epilepsy, and partly introduced in mouse models, have been found, affecting a heterogeneous group of molecular structures, for instance P/Q and T-Type calcium channels (Chen et al., 2003; Fletcher et al., 1996; Jouvenceau et al., 2001; Powell et al., 2009 ), voltage-gated sodium channels (Audenaert et al., 2003; Papale et al., 2009 ), glutamate receptors (Bertaso et al., 2008 Beyer et al., 2008) , the GLUT1 glucose transporter (Mullen et al., 2010; Suls et al., 2009) , the GABA(A) receptor (Dibbens et al., 2009; Johnston et al., 2014; Kananura et al., 2002; Maljevic et al., 2006; Wallace et al., 2001 ) and others (Jiang et al., 2012; Muhle et al., 2011) .
Research in mouse and rat models of absence epilepsy may roughly be divided in those studies, in which molecular mechanisms were
